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the only laboratory animal that, like primates, does not synthesize
vitamin C. Moreover, the endogenous synthesis of vitamin C responds
easily to various stimuli, e.g., exposures to certain xenobiotic
compounds.  Data presented in two abstracts indicate that ascorbic acid
inhibited neoplasia of the large bowel in rats given 1,2-^dimethylhydra-
zine (Logue and Frommer, 1980; Reddy and Hirota, 1979).  Kallistratos
and Fasske (1980) reported that administration of a high dose of
ascorbic acid in the diet of rats inhibited the induction of sarcoma by
benzo[ajpyrene.  Only a few animals were used in this investigation.
Soloway et_ al. (1975) reported that ascorbic acid had no effect on the
occurrence of neoplasia in the rat bladder after administration of
FANFT.  Overall, the reported protective effects of ascorbic acid on
neoplasia are not impressive, except for those brought about through an
indirect mechanism, i.e., the prevention of the formation of carcino-
genic N-nitroso compounds.  In only two instances have investigators
reported inhibition of carcinogenesis in the same tissue, i.e., the
large bowel (Logue and Frommer, 1980; Reddy and Hirota, 1979).
However, since these studies were reported only in abstract form, their
results warrant further investigation.
In a study with a small number of guinea pigs, a high dietary
intake of ascorbic acid had a slight enhancing effect on the induction
of sarcoma by 3-methylcholanthrene (Banic, 1981).  Russell et al.
(1952) also studied the induction of sarcoma by the same compound in
three groups of guinea pigs:  a group deficient in vitamin C, a group
receiving vitamin C but on a food-restricted diet, and a group fed ad
libitum.  The number of animals developing tumors was similar in all
three groups, but the latent period was slightly shorter in the vita-
min-C-deficient group, indicating that the response produced by vitamin
C deficiency was very slight or nonexistent.
Recently, observations on the effects of vitamin C on cells in
culture have indicated that ascorbic acid can affect cellular mani-
festations of malignancy. When C3H/10T1/2 mouse embryo cells are
exposed to 3-methylcholanthrene, morphological transformation occurs.
However, the transformation is prevented if ascorbic acid is added to
the culture medium. Addition of the ascorbic acid as late as 23 days
after the treatment with 3-methylcholanthrene still completely inhibits
transformation. Under some circumstances, it is possible to cause
reversion of chemically transformed cells to normal-appearing morpho*-
logical phenotypes by adding ascorbic acid to the culture medium
(Benedict et_ al., 1980).  The mechanism for inhibition and reversion
is presently unknown.
The effects of ascorbic acid on human leukemia cells in culture
have also been studied. Low concentrations of ascorbic acid were
found to suppress growth of human leukemia cells from patients with
acute .'aoiiiymphocytic leukemia under conditions in which growth of
normal myeloid colonies was not suppressed (Park et al., 1980)•

